of globulin Cu to total Cu; and this in subjects free from any neurological symptoms. This unusual finding concerns three generations of the same family.
The Genetics of Pyloric Stenosis By MAURICE LAMY, Mme CL. POGNAN and P. MAROTEAU UP to the present time, there has been no agreement concerning the aetiology of congenital pyloric stenosis, although some very important work has been done-mostly by British geneticistson the part played by heredity and environment.
Several years ago, my co-workers and I began to study the genetics of pyloric stenosis. We decided to investigate only those cases in which the diagnosis had been proved correct by a surgeon at operation. We succeeded in collecting 504 children who had been operated on since 1925 either at the Hopital des Enfants Malades or in one of several hospitals for sick children in Paris. By contrast, in order to establish a comparison, we studied 504 children of the same age, taken at random, and thus a non-selected sample of the whole population.
Pyloric stenosis is said to be much more frequent in boys and in first-born babies, and is reported to have a low familial incidence. Making a study of environmental, pre-natal influences, we first calculated the importance of maternal age and birth rank.
Concerning the maternal age, we found an average of 26-41 years (standard deviation ± 0-25).
In the control group, the mean was 25 90 (standard deviation ± 0-25). So, there is no significant difference between the two groups.
252 babies with pyloric stenosis were first-born babies, that very high proportion (50%0) seems to support the view that primogeniture is a very significant etiological factor. In fact, the proportion of first-born in the general population depends upon the mean size of the family in the community and is not easy to estimate. The French demographic institute was unable to give us any reliable information on that point. But, in our control group the percentage of first-born babies was, in fact, somewhat higher, 52-57%0 instead of 50%. There is, therefore, no significant difference between the two series. According to our inquiry, then, neither maternal age nor birth rank takes a part in the aetiology of pyloric stenosis.
Making a study of our 504 children we were fortunate to come across 8 pairs of twins. Three of these couples were monozygotic and in every one of these 3 cases both babies have been affected. Five were dizygotic twins and in no case were the two babies affected. That difference between MZ and DZ twins supports the view that genetic factors are very important.
Concerning the sex-ratio, we found a proportion of males to females of about 5 to 1. The percentage of boys was 83 49 % and of girls 16 -51 %. The parents of the patients had never had pyloric stenosis, except in one single case. Concerning the sibs: in 17 families we found 2 cases of pyloric stenosis; in one family there were 3 cases and in another all the 4 children of the family had been operated upon for pyloric stenosis. We recorded 9 consanguineous marriages among the parents of the propositi. They were firstcousin marriages.
According to the demographic institute the consanguinity rate in France is very near 1 % (0 92).
So, by mere chance we could have recorded 5 consanguineous unions. Therefore, the rate of consanguinity may be slightly increased but the difference is not significant. The X2 is 3 -23 with one degree of freedom. SUMMARY From this study we may draw the conclusion that such environmental factors as maternal age and birth rank do not play any important part in the aetiology. The genic constitution has the greatest importance, as is proved by the comparison of twins. The disease is certainly not due to a single autosomal dominant gene, as both parents of an affected child are always normal. It cannot be due either to a sex-linked recessive gene; too many females are affected. Moreover, in the case of an affected female, the father should also be affected, but he is not.
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The hypothesis of a recessive autosomal gene is the most likely. That is also Cockayne's and Pursey's opinion. The fact that the consanguinity rate is low is not surprising. We know that when a recessive disease is a rather frequent one, the consanguinity rate amongst parents does not rise significantly. According to McKeown and Brian McMahon the frequency of the disease is 3 per thousand which is a rather high figure. Of course, in the case of a recessive autosomal disease, the incidence among sibs should be higher and there is no reason for the disease to be more frequent in males.
So we must admit firstly that the "penetrance" of the gene is a rather low one, and secondly that genetic factors, some of them probably sex-linked, inhibit the "penetrance," i.e., the manifestation of the recessive gene which is responsible for the disease. Dr. Olive Sharpe: A 28-year-old woman attended Mill Road antenatal clinic when she was 22 weeks pregnant. She had had two normal pregnancies previously each of which resulted in the birth of a normal baby at full term. She had not been anemic during either of these pregnancies.
Nothing abnormal was found in her third pregnancy apart from anemia. Her blood was Rh positive and the Kahn reaction was negative. At the 22nd week of her pregnancy her himoglobin was 10-4 grammes % but by the 34th week it had fallen to 8 -3 grammes°0. It was decided to treat the anemia with Ferrivenin so as to effect a rapid rise in hemoglobin. A test dose of 50 mg. Ferrivenin was given and there was no reaction. An intravenous drip of I gramme of Ferrivenin in 1 litre of 5 % dextrose in water was set up. Six hours later, when she had had 850 mg. of Ferrivenin, she vomited and complained of severe abdominal pain and pain in the lumbar region. Twenty minutes later she became pulseless and there was blotchy cyanosis of her skin. The systolic blood pressure was 65 mm.Hg, the diastolic pressure could not be recorded. Her heart-rate (by auscultation) was 140/minute. The foetal heart-rate was 80/minute. The mother was given oxygen and 30 mg.
Methedrine intravenously. The foetal heart-rate remained at 80/minute for the next forty minutes and then was inaudible. It remained inaudible until one and a half hours later when the rate was 180/minute and this rapid rate continued for the next six hours after which it dropped to 120/minute and it remained at this rate until delivery.
